Purpose To define the clinical characteristics of patients presenting with acute onset esotropia and features suggestive of possible
underlying central nervous system pathology.
To assess the prognosis for the return of binocular function and to consider the most appropriate management. implies a newly acquired deviation in a patient with some pre-existing binocularity, and should prompt careful examination for evidence of incomitance. Incomitant esotropia (due to lateral rectus paresis until proven otherwise)
should be investigated appropriately in order to exclude a neuropathic or myopathic cause.
Conversely, the management of acutely acquired comitant esotropia is more controversial; although the association with central nervous system (CNS) tumour is widely recognised, z -ll it is rare, and some consider 
Results
Ten patients presented during the study period (Table 1) . There were 5 males and 5 females. Their ages ranged from 3.5 to 24 years (median 5 years). Surprisingly some patients had been symptomatic for up to 12 months before presentation. Total follow-up from onset of symptoms ranged from 10 to 34 months (mean 21.8 months). Six patients spontaneously complained of seeing double, the youngest to do so being 4 years old. The other 4 were noted to close one eye constantly and reported double vision when asked. Four patients had a family history of strabismus. Interestingly patient 7 had a sister who had also previously presented elsewhere with an acute comitant esotropia at age 4 years. One of the 10 patients was found to have an underlying tumour (patient 9). This 4V2-year-old girl presented with a 10 week history of covering one eye and double vision which at first had been intermittent. For the previous month her parents had noticed that her left eye continuously turned in. Examination revealed a 35 PD esotropia which was comitant on side gazes. There was an associated V-pattern with an increase from 25 PD in upgaze to 45 PD on downgaze. There was no abducting nystagmus or lateral rectus weakness and no fusion was demonstrable on the synoptophore. Her optic discs appeared normal. Unlike the rest of the group, she had no refractive error. Also, she had no family history of strabismus. She had a normal neurological examination with, surprisingly, apparently normal cerebellar function. CT and MRI (Fig. 1) showed a very large, midline, gadolinium-enhancing cerebellar tumour. This was excised surgically and proved to be a grade I astrocytoma. Despite total excision, her strabismus was unchanged. Both medial recti were recessed 5 mm 3 months after the onset of esotropia, resulting in restoration of bifoveal fusion with 40 seconds of arc stereopsis on the Titmus test.
All the other 9 patients were hypermetropic and were initially prescribed their full optical correction. In 5 cases this was sufficient to restore ocular alignment and fusion (as demonstrated by the presence of stereopsis using the Titmus test), while 4 others subsequently required bilateral medial rectus recessions.
In all cases sensory testing after treatment indicated restoration of binocularity. Five patients appeared to have regained bifoveal fusion and 5 showed features compatible with a monofixation syndrome. These findings have remained stable throughout the period of follow-up, with no patient demonstrating a recurrence of symptoms or requiring further surgery. children with acute acquired non-accommodative esotropia all of whom had a normal neurological examination and normal CT scan.
In previous reports the angle of deviation in acute esotropia has been larger than in some of the patients in 
